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although their interpretation of the flowcytometry data 
may be inaccurate, the conclusions were not affected, and 
their conclusions were also supported by the Western 
blot results. The editors agree with the authors’ response 
based on the following notions:

 
Firstly, the early apoptotic cells (LR quadrant) show 
the same patterns of increase/decrease as the over-
all aV + population, and the authors’ additional analysis 
of aV+/PI- cells confirms that this does not affect the 
outcome.

 
Secondly, the data are combined with western blot analy-
sis of both pro- and antiapoptotic proteins, which further 
supports their conclusions.

 
Therefore, we provide a correction to update the bar 
graphs in Figs. 2B and 4B, and 4D as shown below:
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The original version of this publication contained errors 
in Figs. 2B and 4B, and 4D. Those figures represented the 
results of the apoptosis measurement by flowcytometry, 
where both the Q2 population (Annexin V+/PI + cells) 
and the Q3 population (Annexin V+/PI- cells) were 
counted as apoptotic cells.

 
However, the Q2 population also contained necrotic cells 
which should not be included in apoptotic cells and only 
the Q3 population should be regarded as truly apoptotic 
cells.

 
Regarding this concern, the authors explained that 
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The original bar graphs:

The updated bar graphs:

Publisher’s note
Springer Nature remains neutral with regard to jurisdictional claims in 
published maps and institutional affiliations.


	﻿Correction: PKM2/STAT1-mediated PD-L1 upregulation on neutrophils during sepsis promotes neutrophil organ accumulation by serving an anti-apoptotic role

